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Acute Leg Ischaemia from Aortic Occlusion due to Tension
Pneumoperitoneum
T. Urbanek*, K. Ziaja and Z. Markiel
Department of General and Vascular Surgery, Silesian Medical Academy, Katowice, Poland
In this paper, an unusual case of acute leg ischaemia originating from compression by a high pressure pneumoperitoneum is
described.
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Introduction
Dissection, injury or emboli are the most frequent
causes of acute aortic occlusion and acute peripheral
ischæmia of aortic origin.1,2 In the paper an unusual
case of acute leg ischæmia due to aortic compression
by tension pneumoperitoneum was described.
Case Report
A 20-year-old male patient was admitted to the
Department with acute ischaemia and paresis of both
lower extremities. On the day of admission the patient
appeared to be in distress with severe abdominal pain,
nausea and an increase in abdominal girth. Progress-
ive ischæmia of both lower extremities was observed
along with diminution of pedal and subsequently
femoral pulses with the onset of rest pain and
paralysis of both legs. The brachial blood pressure
was normal. On transfer to the vascular unit both legs
were cold, pale and cyanotic. The patient’s hemody-
namic status and general condition were worsening.
The abdomen was distended, with absent bowel
sounds and no liver dullness upon percussion. The
WBC was 9900/ml, serum amylase 142 IU/l and urine
amylase 2598 IU/l. CT of the abdominal cavity
revealed a huge volume of intraperitoneal gas (Fig.
1). The tension pneumoperitoneum was compressing
all the intra-abdominal and retroperitoneal organs
including the aorta and vena cava and causing aortic
occlusion. At laparotomy a large quantity of gas
escaped under high pressure. On further exploration
ischaemia of all the abdominal organs was observed
and this began to reverse spontaneously after about
ten minutes. The aortic and femoral pulses returned to
normal. Necrosis and perforation of the anterior
stomach wall was noted with contamination of the
peritoneum with decaying stomach contents. A partial
gastrectomy and peritoneal toilet were carried out and
the abdomen was closed. Postoperatively the patient
remained critically ill with increasing acidosis and
anuria. Despite intensive inotropic support symptoms
of progressive shock and disseminated coagulopathy
developed which led rapidly to the patient’s death
despite our best efforts.
The pathological report on the resected stomach
revealed a partial hemorrhagic necrosis of the gastric
wall with the presence of infective thrombi in the
lumen of the vessels in the specimens obtained. No
pathogens other than Candida Albicans were found.
The autopsy revealed hemorrhagic necrosis of the
stomach and small bowel with diffuse necrosis of the
pancreas containing Balcer necrosis.
Discussion
In young patients, peripheral ischaemia does not occur
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very commonly and when it does it is usually due to
trauma.1 Other causes include a congenital malfor-
mation or acquired heart diseases leading to periph-
eral embolization.2 We could find only one case of
acute aortic occlusion due to tension peritoneum in the
literature, described by Olinde in 1983.3 In this case we
deduced that the gastric wall necrosis and perforation
caused peritonitis associated with gas production in
the abdominal cavity leading to the high pressure
pneumoperitoneum. Various causes of this compli-
cation have been described.4,5 Although in our case no
serious bacterial pathogens were found, there were
infective thrombi present in the vessels of the stomach
in the pathological report. An increase in intraabdom-
inal pressure led to ischaemia of the internal organs
but also to retroperitoneal compression. The symp-
toms of leg ischaemia were noticed after the onset of
abdominal pain and were associated with an increase
in abdominal girth caused by gas production, tension
pneumoperitoneum and subsequently compression of
the aorta. Pulses in the aorta and femoral vessels did
not return until decompression of the abdominal
cavity. The cause of death was probably a widespread
reperfusion syndrome involving the intra-abdominal
organs and both legs, with increasing and irreversible
multiorgan failure, acidosis and coagulopathy. The
changes resembled a severe form of the state some-
times seen after declamping the aorta following a
prolonged aortic procedure. Awareness of this unu-
sual complication of tension pneumoperitoneum may
lead to early recognition and more successful treat-
ment than in our case.
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Fig. 1. CT examination—tension pneumoperitoneum with
distension of the abdomen, compression of retroperitoneal
space and occlusion of the aorta.
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